Dear Editor, Drs. Birmingham and Hoffman [1] raised some concerns about the validity of the reports from two randomized controlled trials which failed to show evidence of substantial benefit from hyperbaric oxygen therapy (HBO) for domestic carbon poisoning [2] . They argued that the main effect of HBO in case of carbon monoxide poisoning is to inhibit b2 integrins mediated adherence of neutrophils to the injured central nervous system (CNS) endothelium, and that this effect occurs only for at least 2.8-3 ATA [3] . While this effect of exposure to oxygen seems exciting, one cannot summarize the mechanisms of carbon monoxide toxicity using neutrophil adherence to the endothelium. For patients and physicians, only clinical outcomes are of interest. Current evidence from literature does not suggest a firm and definite benefit from HBO for carbon monoxide victims [4] . The findings from our trials are in line with the conclusions of the Cochrane review [2] . Drs. Birmingham and Hoffman also highlighted that our findings were markedly different from those of Weaver and collaborators [5] . As explained in the original article, there are substantial differences between the two studies other than the plateau pressure, including different populations (mixed versus pure CO poisoning), different severity of poisoning (very few patients with loss of consciousness versus loss of consciousness as an entry criteria), different randomization method (cluster randomization versus equal proportion), blinding (double blind versus single blind), and primary outcome measure (complex set of neuropsychological tests versus self-questionnaire and thorough physical examination). In addition, the primary outcome for the Weaver trial was different in the final manuscript than reported in the earlier published description of the trial [6] . In addition, there were significantly more patients with cerebellar dysfunction at baseline in the normobaric oxygen therapy than in the experimental arm, and this condition was associated with significantly increased risk of neurological sequelae [5] . Finally, scores for neuropsychological subtests were not significantly different between groups after the first HBO session, which was conducted with a plateau pressure at 3 ATA. The difference favoring the HBO arm appeared after the third HBO session (the second and third sessions being conducted at 2 ATA) [5] . Thus, one may argue that the benefit from HBO was not related to the plateau pressure at 3 ATA of the first dive but rather was explained by repeating HBO three times. Thus, there is a need for comparing in a randomized controlled trial HBO at 3 ATA plateau pressure followed by two sessions at 2 ATA plateau pressure versus one session of HBO at 2 ATA plateau pressure, as we did.
